The most common symptoms of yersinia infection are fever, abdominal pain, and gastroenteritis.1 2
The disease is often mild and may even pass unnoticed. One to three weeks after the initial phase, however, postinfection complications such as eye inflammation or arthritis may develop. Yersinia triggered reactive arthritis varies in severity from slight arthralgias to severe polyarthropathies and in duration from a few days to several months; in some cases chronic arthropathies develop.3A6
In the pathogenesis of yersinia triggered reactive arthritis the micro-organism is the main causative factor, and some strains of yersinia are especially prone to give rise to postinfection complications.7
Host related factors are also of obvious importance. The risk of complications is much increased in persons with HLA-B27.3 8 Also, the immune response of patients developing reactive arthritis differs from that in persons who recover from a yersinia infection without complications. Thus the proliferative response of lymphocytes to yersinia or Escherichia coli is weaker in patients with arthritis despite otherwise normal cell mediated immune competence.9-" Patients with arthritis tend in the initial phase to have a weak antibody response of IgM class against yersinia, but later they show a strong and persisting IgG and especially IgA reAccepted for publication 28 January 1986. Correspondence to Dr Kaisa Granfors, Department of Medical Microbiology, Turku University, SF-20520 Turku, Finland. sponse, which may even last for years after the actual disease; the serum levels of IgA antibodies to yersinia seem to correlate with the severity of the arthritis.'2 13 The The increased and persisting production of IgAanti-yersinia antibodies is reflected in all categories of IgA studied, but most clearly in secretory IgA. This indicates that at a location close to the intestinal mucosa or within it a mechanism must be operating which chronically stimulates the antibody response and also leads to a leakage of the secretory IgA into the serum; the same or a similar mechanism may also operate at other locations where IgA is synthesised. This fits well with the fact that yersinia may cause strong stimulation of the lymphoid elements close to the terminal ileum and cecum, and in the mesenteric lymph nodes.36 
